Heme oxygenase-1 (HO-1), also known as heat shock protein 32 (hsp-32 
Introduction

In the past decades, extensive characterization of heme oxygenase-1 heat shock protein 32 (HO-1; hsp-32) and its isozymes have been conducted. HO-1 may be induced by various stressors such as ultraviolet irradiation, hypoxia and ischemia, providing protection against tissue damage
. The enzymatic function of HO-1 is to degrade heme, which produces iron, the antioxidant bilirubin and the endogen carbon monoxide (CO) . Enhanced levels of these degradation products were shown to play a major role in the cytoprotective effects of HO-1 [3] .
Previously, experiments conducted in our laboratory demonstrated that low levels of HO-1 mRNA and protein along with reduced enzyme activity correlated with poor recovery of the ischemic/reperfused myocardium. Moreover, increased incidence of ventricular arrhythmias and infarct size were detected in hearts of -/-mice [4, 5] . Furthermore, Varadi et al. demonstrated reduced infarct size and ventricular fibrillation (VF) after the administration of CORM-3, a CO-releasing molecule [6] . 
Methods
Transgenic mice
Transgenic (Tg) mice were generated as described by Araujo et al. [9] . (5Ј-GCT-TCG-GTG-GGT-TAT-CTG-CCG-TTA-T-3Ј and 5Ј-CAG-TCT-TAC-AGG-CGG-GGA-ATG-TGA-G- Fig. 1. upper part, right) , while the signal was absent in RNA samples obtained from NTg mice (Fig. 1, upper part, left) . The results were expressed as relative ratio and shown in Fig. 1 
RT-PCR
Results
The expression of the rat HO-1 transgene was confirmed in the mouse heart at mRNA levels. Total RNA was isolated from the non-ischemic LV, RV and septum (S) of Tg and NTg littermates and RT-PCR was carried out using a specific primer corresponding to the rat HO-1. Figure 1 shows the intense rat HO-1 signal detected in the LV, RV and S in hearts obtained from HO-1 Tg animals (
